THE INCIDENCE of hepatitis in Sweden is low compared with many other countries. During the 1950s and 1960s approximately 1000 cases have been reported every year, corresponding to ten to fifteen cases per 100,000 inhabitants. In the other Scandinavian countries the figure usually varies between fifteen and twenty cases per 100,000 inhabitants. Western Germany, Ireland, and Italy in 1965 reported between thirty-five and fifty cases per 100,000 inhabitants, while Belgium and Portugal reported only seven to eight. In eastern Europe the figures are considerably higher and usually vary between two hundred to three hundred cases per 100,000 inhabitants.
The figures must be interpreted with great care as low figures may reflect a hyperendemic situation or a less reliable reporting system.
As can be seen from Fig. I our statistics go back to 1931 although the disease was not officially notifiable until the beginning of the 1940s. The peak, with a maximum of 12,000 cases a year, was however not caused by the fact that the disease was made notifiable but is believed to have its background in the considerable mobility of people during wartime, the decrease of hygiene in food handling and the use of unsuitable water-reservoirs. Many waterborne hepatitis outbreaks were reported during these years.
Immediately after the war the figures dropped to a level of approximately 1000 cases a year.
The great similarity between the clinical features of infectious hepatitis and serum hepatitis, as well as the frequently obscure and incomplete epidemiological data usually made it impossible to establish a correct differential diagnosis. However, it has been generally assumed that the majority of the cases of hepatitis during this time were infectious hepatitis. The fact that Sweden has had low figures and a comparatively reliable reporting system has made it possible to observe and study outbreaks of hepatitis in the population.
During the 1950s and 1960s a few hepatitis outbreaks of general interest have occurred in Sweden, and I will briefly review some of them as they do reflect the changes in the epidemiology of hepatitis that have occurred.
Oyster-borne hepatitis
Over Christmas 1955 and during the following weeks, the number of cases of hepatitis rose strikingly, especially in the cities of Gothenberg, Stockholm, and Uppsala (Roos, 1956; Zetterberg, 1964 (Fig. 2 ). For some of the patients who had eaten oysters on one occasion only it was possible to establish the exact date of consumption as well as the date of onset. As shown in Fig. 3 (Fig. 4) (Ringertz & Zetterberg, 1967) . During the following year (Fig. 5 ) most cases still occurred in the western part of the country. Gradually the epidemic moved east, south, and north ( Fig. 6 ), reaching the far north areas of Sweden during 1961-62. From the beginning of the outbreak it was obvious that the disease had a very characteristic seasonal distribution (Fig. 7 Detailed data concerning the competitions were collected and it could be established that over 50%
of 4613 participations of 476 infected track-finders had taken place between 90 and 150 days before the onset of the disease. Only twelve of the 476 patients had not taken part in any competiton during this period. It was also found that during the competitions the competitors usually sustained wounds and scratches, especially on their legs, and one third of the patients reported that during the 6 months preceding the onset of their illness they had received deep wounds.
The outbreak spread, not only geographically, but also within the different competition classes of the sport. During the first few years, the majority of the cases occurred among male track-finders between the ages of 21 and 42. Later in the outbreak the epidemic also involved women and the lower agegroups.
The arrangements for washing after the competitions were usually quite primitive. The competitors generally washed in a nearby creek or lake. Sometimes they used plastic tubs, which they filled with water and stepped into, washed their legs, poured out the water and passed the tub on to the next competitor without cleaning it, thus making it possible to transmit traces of blood to the next user. There were also other possibilities of transmitting infected blood from one track-finder to another. Close to the check points the track-finders might, for example scratch themselves on the same bushes.
The length of the incubation period, the clinical picture and the presence of a possible mechanism for the transmission supported the diagnosis of serum hepatitis. Therefore, during the spring of 1962 all competitions were prohibited and by the time the autumn season started the hygiene had been improved and protective clothing during the competitions was compulsory; very few cases occurred during the following years (Fig. 8) . The number of cases went down to the level that could be expected statistically for the group, that is, approximately three cases every year. In 1965 the track-finders' association abolished the preventive measures and during the autumn and winter another forty-one cases occurred among the track-finders. This is particularly interesting as these new cases occurred simultaneously in all parts of the country and the number of cases was of an order which at the beginning of the outbreak had taken several years to build up. This indicates that after 3 years there may still have been a number of carriers among the track-finders. The preventive measures were immediately re-introduced and the situation has been quite uneventful ever since.
When the outbreak started there was some doubt as to the nature of the disease. A thorough clinical investigation revealed that all the clinical features accorded with the diagnosis of serum hepatitis (Gille, Ringertz and Zetterberg, 1967 Table I shows that all sera taken less than 10 days after the onset of the disease were Australia antigen-positive and we find a decreasing frequency of positive sera with time after the onset. This, I think, is the final evidence that the track-finders were really suffering from serum hepatitis (Berg, Ringertz and Espmark, 1971) . (Ringertz & Nystr6m, 1967 As this subject will be dealt with elsewhere only a few of the features, which may be characteristic of the Swedish outbreaks, will be pointed out. In those cases where it has been possible to establish the length of the incubation period it has been found to be between 60 and 100 days.
The disease has shown some distinct clinical features (Ringertz, Nystr6m & Strom, 1969) . The length of the prodromal period has on an average been about 2 weeks but in a few cases over a month. The period was characterized by general symptoms such as fatigue, malaise, abdominal pains etc. but it was also noticed that arthralgia was very common, occurring in 55 % of the patients while pruritus and cutaneous manifestations occurred in 30 % and 20 %, respectively ( Table 2) There have been large changes in the epidemiological patterns of hepatitis in Sweden during the last 20 years. During the 1930s and the 1940s the seasonal distribution (Fig. 10) showed a characteristic peak in the late autumn. In the 1950s the track-finders caused a peak in January and during the last decade the curve has been quite flat.
In 1962 the age distribution only had a slight peak in the age group 20-30 years, but in 1969 it showed a very marked maximum for this age group (Fig. 11) . This is probably caused by the increasing number of cases among young drug addicts, but is also a result of the high hepatitis morbidity among medical personnel. Figure 12 illustrates the hepatitis morbidity in the three large cities in Sweden compared with the rest of the country. The figures of the urban areas are approximately twice as high as those of the rural areas. Both curves show a considerable increase during the last few years. Therefore, we are, in spite of the comparatively low hepatitis morbidity, not quite happy with the situation.
